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ds.2012.0Abstract Most patients respond well to anti-acne therapies yet others show no response despite an
effective treatment regimen. One of the main reasons of unresponsiveness is the presence of condi-
tions mimicking acne. Physicians must distinguish acne vulgaris from a range of skin disorders
which produce follicular papules and pustules. The key distinguishing feature is the presence of
comedones, which is characteristic for acne vulgaris.
This review highlights the main conditions that can be misdiagnosed as acne. These include the
non-acne conditions presenting with comedones or with acne in their names, those with appenda-
geal abnormalities, or a follicular component and those occurring in the neonate.
ª 2012 King Saud University. Production and hosting by Elsevier B.V. All rights reserved.Contents
1. Introduction . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . 36
1.1. Nevus comedonicus. . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . 36
1.2. Favre Racouchat Syndrome (Nodular elasotosis with cysts and comedones) . . . . . . . . . . . . . . . . . . . . . . . . . . 36
1.3. Rosacea (Acne rosacea) . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . 36
1.4. Perioral dermatitis . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . 37
1.5. Acne agminata (lupus miliaris dissaminatus faciei) . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . 37
1.6. Chloracne . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . 37
1.7. Drug induced acne . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . 37
1.8. Sebaceous hyperplasia . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . 37
1.9. Miliaria . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . 37, Saudi Arabia. Tel.: +966 3
x: +966 3 8944370.
om.
Saud University.
g by Elsevier
y. Production and hosting by Elsevier B.V. All rights reserved.
4.002
36 S.H. Al-Natour1.10. Milium. . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . 38
1.11. Syringoma . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . 38
1.12. Trichoepithelioma . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . 38
1.13. Angioﬁbroma . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . 38
1.14. Folliculitis . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . 38
1.15. Gram negative folliculitis . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . 38
1.16. Eosinophilic folliculitis of HIV/AIDS . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . 38
1.17. Folliculotropic mycoses fungoides. . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . 38
1.18. Pseudofolliculitis barbae . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . 39
1.19. Keratosis pilaris atrophicans faceii (Ulerythema ophryogenes). . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . 39
1.20. Neonatal cephalic pustulosis . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . 392. Conclusion . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . 39
Financial support . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . 39
References . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . 39Table 1 Conditions likely to be mistaken for acne.
Conditions presenting with comedones
Nevus comedonicus
Favre Racouchot Syndrome
Conditions with acne in their name
Acne rosacea, var. perioral dermatitis
Acne agminata
Chloracne
Drug induced acne
Appendageal abnormalities
Sebaceous hyperplasia
Miliaria
Milia
Benign tumors
Syringoma
Trichoepithelioma
Angioﬁbroma (adenoma sebaceum)
Conditions with a follicular component
Folliculitis
Gram negative folliculitis
Eosinophilic folliculitis
Follicular mycoses fungoides
Pseudofolliculitis barbae
Keratosis pilaris faceii
Conditions in the neonate
Neonatal cephalic pustulosa1. Introduction
Acne is a worldwide disorder affecting millions of patients
each year. It is sufﬁciently common that it has been termed
physiological.
Most of the presentations of acne are pleopmorphic,
manifesting with a variety of lesions consisting of comedones,
papules, pustules, nodules, and pitted and hypertrophic
scars.
Lack of response despite an effective treatment regimen and
good compliance should alert the treating physician to con-
sider all possible scenarios. One of the main reasons for unre-
sponsiveness is the misdiagnosis due to the presence of
conditions mimicking acne. Acne is apt to be misdiagnosed
with several other disorders which are summarized in Table 1.
1.1. Nevus comedonicus
A benign and rare hamartoma of the pilosebaceous unit pres-
ent at birth before the age of 10 years. Clinically, this nevus
presents as grouped comedo-like lesions in a single circum-
scribed area or in a linear array (Nabai and Mehregan,
1973) most commonly on the face, trunk, neck or upper
extremities (Nabai and Mehregan, 1973; Guldbakke et al.,
2007). Bilateral and segmental forms have also been described
(Guldbakke et al., 2007; Bhagwat et al., 2009; Sharma and
Singh, 2001) and non-hairy sites can be affected. When pres-
ent, other abnormalities should be looked for such as cata-
racts, skeletal abnormalities or developmental delays
(Engber, 1978). Histologically, these nevi consist of underde-
veloped hair shafts and epidermal invaginations containing a
keratin plug.
1.2. Favre Racouchat Syndrome (Nodular elasotosis with cysts
and comedones)
Favre-Racouchot syndrome is a disorder consisting of multiple
open and closed comedones in the background of actinically
damaged skin.
The presence of multiple large persistent open and closed
comedones in a background of solar elastosis mainly on the
lateral and inferior aspects of the periorbital areas in middle
aged or elderly subjects should alert the treating physician to
this diagnosis. Marked actinic damage presenting as yellowishleathery skin particularly of the cheeks, yellowish nodules
of the periorbital areas and wrinkling is characteristic. No
inﬂammation is present, unlike most comedones seen in acne
vulgaris (Patterson et al., 2004). Long term exposure to
sunlight and heavy smoking are the main predisposing factors
(Keough et al., 1997). Histologically, there are dilated
pilosebaceous openings and cyst-like spaces ﬁlled with horny
elastotic material (Lewis et al., 2004).
1.3. Rosacea (Acne rosacea)
Although also called acne rosacea, acne and rosacea are very
different. Rosacea is considered a disease spectrum rather than
a single entity consisting of two components: a vascular com-
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(acne and rosacea) present with papules and pustules, the pap-
ules of rosacea are asymptomatic, rose colored, and dome
shaped rather than the painful pointed red papules of acne.
In rosacea, the lesions occur typically in the mid line and
convex surfaces of the faces. Comedones are characteristically
absent. The vascular component of rosacea presents as tran-
sient ﬂushing precipitated by hot drinks, spicy foods, heat,
emotion, and other causes of rapid body temperature changes
early in the disease later becoming a persistent erythema with
telengiectatic vessels. Other characteristics of rosacea are ede-
ma, coarseness of the skin and phymatous changes. Extracuta-
neous associations include ocular manifestations.
1.4. Perioral dermatitis
Perioral dermatitis affects young women especially those who
have been using moderate and strong ﬂuorinated steroids on
the face and presents as small clustered itchy or tender red pap-
ules in the peri-oral area which characteristically spare the ver-
million border of the lips. The skin is typically erythematous,
dry and scaly around the nose. Peri-orbital eruption is not
unusual. Peri-oral and peri-orbital dermatitis often appear in
patients with vascular rosacea. The link to rosacea is not cer-
tain but both share similar histopathological ﬁndings (Ramelet
and Delacretaz, 1981). The main differentiating feature of peri-
oral dermatitis from acne vulgaris is the absence of comedones
and the free zone along the vermillion border of the lips in the
former.
1.5. Acne agminata (lupus miliaris dissaminatus faciei)
Lupus miliaris dissaminatus faciei (LMDF) is a rare disease
affecting the face primarily in young and middle aged adults.
Skowron et al. proposed a name change from LMDF to FIG-
URE (facial idiopathic granulomas with regressive evolution)
in 2000; to date this name change has not been widely
accepted(Skowron et al., 2000). Clinically, asymptomatic dis-
crete monomorphous yellow brown papules appear in the cen-
ter of the face with a predilection to the peri-ocular area.
Comedones are typically absent. The diagnosis is established
by histological examination. Well deﬁned caseation necrosis,
multinucleated giant cells and epithelioid cells are seen in
the dermis and are diagnostic (el Darouti and Zaher, 1993).
Spontaneous regression with mild scarring is the expected
course.
1.6. Chloracne
Chloracne is a rare acne-like skin condition resulting from
occupational and environmental exposure to halogenated
polycyclic hydrocarbons. The eruption may not appear for
three to four weeks after toxic exposure in some instances,
but may appear within days in the event of massive exposure
in others (Williams et al., 1995). Chloracne is distinguished
from acne vulgaris by the predominance of large open come-
dones over closed comedones typically concentrated over the
cheeks, malar crescent and retroauricular folds. Other body
sites can also be affected mainly by the armpits, groins, scro-
tum, buttocks and thighs. Uninﬂammed nodules and cystic le-
sions are usually seen accompanying the open comedones.1.7. Drug induced acne
Acne like eruptions can occur as an adverse effect of a number
of drugs but are most commonly seen with oral or topical
corticosteroid administration or in Cushing’s Syndrome.
Clinically, an abrupt eruption consisting of monomorphous
follicular papules and pustules is typically seen over the chest
in adolescents or adults on moderate to high doses of oral cor-
ticosteroids for several weeks in contrast to the pleomorphic
morphology of lesions seen in acne vulgaris. This type of erup-
tion is often referred to as steroidal acne. The main differenti-
ating features from acne are the absence of comedones and the
associated itching. Other major drugs implicated in acneiform
eruptions include androgens, hydantoins, halogenides and oral
contraceptives containing progestins with androgenic proper-
ties. The recent introduction of inhibitors of epidermal growth
factor receptor (EGFR) has led dermatologists to see follicular
eruptions with increasing frequency. Less commonly, adreno-
corticotropic hormone, quinidine and azathioprine can be
implicated as the underlying cause of acneiform eruptions.
The interval between drug exposure and appearance of the
acneiform eruption depends on the offending agent.
1.8. Sebaceous hyperplasia
Sebaceous hyperplasia is common and presents as one or sev-
eral yellowish papules usually over the forehead and cheeks
but can also present over the upper trunk and genitalia (Ho-
gan, 1991; Ju et al., 2009). The clue to the diagnosis is the pres-
ence of a central hair follicle surrounded by yellowish lobules.
Comedones are typically absent. Risk groups for the develop-
ment of sebaceous hyperplasia are those with immunosuppres-
sion (Boschnakow et al., 2003), transplant patients (Salim
et al., 2006) or in Muir Torre Syndrome (Johnson and Heckler,
1998). Diascopy is a useful non-invasive diagnostic tool that
aids in the clinical diagnosis and in distinguishing between
nodular basal cell carcinoma (BCC) and sebaceous hyperplasia
demonstrating the prominent blood vessels in sebaceous
hyperplasia (Oztas et al., 2008). A skin biopsy is indicated in
some cases mainly to exclude BCC.
1.9. Miliaria
Miliaria is a common disorder caused by the blockage of the
eccrine sweat ducts, which in turn results in the leakage of
sweat into the epidermis or dermis.
Miliaria rubra, the most common clinical form of miliaria
can be confused with acne. This eruption typically occurs after
days to weeks of exposure to hot and humid environment as
small nonfollicular, erythematous macules and papules 1–
3 mm in diameter topped by a punctuate vesicle over the neck
and trunk of both children and adults. Lesions may occur un-
der transdermal medication patches (Ale et al., 2009). The
eruption is typically associated with pruritus. Miliaria rubra
may become pustular in chronic and severe cases and when
so, it is referred to as miliaria rubra pustulosa. The contents
of the pustules are usually sterile bacteriologically, but non-
pathogenic cocci may be present (Holzle and Kligman,
1978). This eruption is differentiated from acne vulgaris by
the absence of comedones and positive history of excessive
sweating.
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Milia are common small epidermoid cysts that can occur at
any age. Milia present clinically as asymptomatic white or yel-
low subepidermal papules 1–2 mm in diameter. Between 40%
and 50% of all infants are found to have milia on the face par-
ticularly on the nose that resolves spontaneously within
4 weeks of life. They may also be found on the mucosa (Ep-
stein pearls) and palate (Bohn nodules). Milia may occur as
a primary phenomenon on the face or secondary to blistering
processes, superﬁcial ulceration from either cosmetic proce-
dures or trauma or as a result of corticosteroid induced atro-
phy (Langley et al., 1997). Secondary milia are found
anywhere on the body at the sites affected by the predisposing
condition.
1.11. Syringoma
Syringoma is a benign adnexal neoplasm formed by well differ-
entiated ductal elements. In syringomas, small asymptomatic
translucent skin colored papules 1–3 mm in diameter, clustered
but discrete appear almost exclusively on the eyelids and upper
cheeks in adolescents and adult women mostly. However, in
rare cases they can be associated with pruritus in the setting
of severe perspiration (Marzano et al., 2009). Other sites of
involvement which can easily be missed include the chest, low-
er abdomen and groins (Petersson et al., 2009). Microscopi-
cally, the diagnostic pathology includes dilated cystic sweat
ducts with the typical tad-pole shaped ducts in sclerotic
stroma.
1.12. Trichoepithelioma
Trichoepithelioma is a benign adnexal neoplasm. The stereo-
typical presentation of trichoepithelioma is as single or multi-
ple asymptomatic papules or nodules usually less than 1 cm in
diameter typically in the mid face occurring after puberty. The
characteristic papule is ﬁrm, rounded shiny, slightly translu-
cent ranging in color from yellow, pink, brown or blue. Most
often the lesions are grouped but discrete. Comedones are ab-
sent. A positive family history is usually elicited. Skin biopsy
conﬁrms the diagnosis and differentiates trichoepithelioma
from syringoma and BCC. The diagnostic pathology is the well
circumscribed superﬁcial lesion consisting of clusters of basa-
loid cells with a ﬁbrous stroma. Immunohistochemistry helps
in the differentiation of trichoepitheliomas from BCC (Ra-
mos-Ceballos et al., 2008).
1.13. Angioﬁbroma
Cutaneous angioﬁbroma refers to a group of lesions with dif-
ferent clinical presentations but with similar histology. Fibrous
papules present as asymptomatic solitary skin colored to red-
dish dome shaped papules on the face of adults with a predilec-
tion on the nose.
Multiple facial angioﬁbromas associated with tuberous
sclerosis (TS) typically present as asymptomatic pink or skin-
colored telengiectatic papules commonly observed over the
cheeks, nose and nasolabial folds in a butterﬂy distribution.
These lesions typically appear between age 3 and 10 years
and tend to increase in size and number in adolescence.
Patients with TS can also have peri-ungal ﬁbromas which ap-pear later in life than the facial angioﬁbromas. Both of these
lesions are considered as primary diagnostic features of TS.
Other cutaneous signs pointing to the diagnosis include the
ash leaf hypopigmentation and shagreen patch (Roach et al.,
1999).
1.14. Folliculitis
Folliculitis is a very common disorder characterized by perifol-
licular pustules often arising on a base of erythema. Lesions
are tender or painful but most commonly very pruritic. Follic-
ulitis favors areas with terminal hair such as the scalp and
beard, trunk, buttocks and thighs. Bacteriologically, these pus-
tules are usually sterile, occasionally Staphylococcus aureus is
isolated. When pustules are not present, perifollicular erythem-
atous papules or a superimposed collarette of scales are a clue
to the diagnosis (Luelomo-Aguilar and Santaandreu, 2004).
1.15. Gram negative folliculitis
Gram negative folliculitis presents as a rash consisting of ten-
der pustular lesions with a few inﬂammatory papules and com-
edones over the facial T-zone and in a peri-nasal distribution
mostly in adult men with oily skin. A typical history of long
term use of tetracycline or topical antibiotics in patients with
acne vulgaris is elicited in those with this eruption (Leyden
et al., 1973). Gram negative folliculitis should also be consid-
ered in those acne patients who have a sudden ﬂare-up of pus-
tular lesions and in those whose acne fails to respond to acne
treatment. Bacterial cultures of the pustular contents demon-
strate gram negative organisms: Klebsiella, Escherichia, Pro-
teus, Serratia species. Cases with Citrobacter species have
also been described (Chastain, 2000). This condition can pres-
ent as a real challenge in the diagnosis and management. Be-
cause this gram negative folliculitis occurs in patients with
existing acne, the new eruption is often erroneously diagnosed
as an exaccerbation of acne.
1.16. Eosinophilic folliculitis of HIV/AIDS
Itchy papules and pustules with some urticated lesions and ab-
sence of comedones on the face, scalp and trunk with a duration
of weeks or months in the setting of HIV infection all point to a
diagnosis of eosinophilic folliculitis. The sparing of the palms
and soles differentiates Eosinophilic folliculitis (EF) from
Ofuji’s disease (Cedeno-Laurent et al., 2011). EF presents with
elevated IgE levels, eosinophilia and peripheral leukocytosis.
A CD4 count below 300 cells/mm3 conﬁrms the diagnosis.
Histologically, spongiosis and exocytosis of eosinophils and
lymphocytes into the follicular epithelium are demonstrated.
Eosinophilic pustular folliculitis (Ofuji’s disease) can also
occur in bone marrow transplant patients and in inherited
immunodeﬁciencies. The typical eruption is characterized by
recurrent crops of intensely pruritic large follicular papules
and pustules with peripheral extension and central clearing
typically over the ‘‘acne prone’’ sites of the body (Weber
et al., 1988) and involving the palms and soles.
1.17. Folliculotropic mycoses fungoides
Patients present with grouped asymptomatic follicular pap-
ules, pustules, inﬁltrated comedone-like lesions and inﬁltrated
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trunk. An associated alopecia is quite common. Inﬁltrated pla-
ques over the eyebrow with concurrent alopecia is also a com-
mon presentation of this variant of mycoses fungoides
(Muniesa et al., 2010). True comedones are absent. Histologi-
cally, folliculotropism rather than epidermotropism of lym-
phocytes and atypical hyperchromatic T cells are evident in
hematoxylin and eosin staining. Mucin deposits are demon-
strated by Alcian blue staining. The distinctive clinical and his-
tological features establish the diagnosis.
1.18. Pseudofolliculitis barbae
Pseudofolliculitis barbae is a common and painful eruption
that occurs in the beard area of men who shave. This condition
favors individuals with curly hairs and those of African des-
cent (Crutchﬁeld, 1998).
This acneiform eruption consists of perifollicular inﬂamma-
tory papules and pustules with ingrown hairs in the beard and
neck areas. If the hair shaft is lifted up, the free end of the hair
is seen to emerge from the papule. Considerable cosmetic dis-
ﬁgurement may occur with the chronicity of the folliculits
causing post-inﬂammatory pigmentation, scarring and keloid
formation. Comedones are absent.
1.19. Keratosis pilaris atrophicans faceii (Ulerythema
ophryogenes)
Keratosis pilaris atrophicans faceii is an autosomal dominant
(AD) condition presenting in infancy with erythematous follic-
ular papules with central keratotic plugs which eventually de-
velop follicular atrophy. The typical cutaneous presentation is
a scarring alopecia of the outer third of the eyebrow mixed
with tiny rough follicular lesions. Other common sites are
the lips, cheeks and forhead (Arnold and Buechner, 2006).
The rough follicular spots on a base of erythema over the
cheeks can be mistaken for comedones.
1.20. Neonatal cephalic pustulosis
A transient eruption that occurs in 20% of healthy newborns.
Typically, small inﬂamed papules and pustules without come-
dones appear on the cheeks and nasal bridge. Several species of
Malassezia have been proposed as the etiologic factors of this
eruption (Bernier et al., 2002). The response of this eruption to
2% ketoconazole cream gives additional support to this the-
ory. Spontaneous involution over a few weeks to months is
expected.
2. Conclusion
When confronted with a non responding acneiform eruption
despite an adequate treatment regimen in a compliant patient,
the possibility of acne mimickers should be considered. This
article has dwelled on the most common and prominent condi-
tions to give the treating physician the scope of conditions that
can be mistaken for acne.
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